Human blood vessels vary in their predisposition to develop atherosclerosis. The internal mammary artery (IMA) is the graft of choice for coronary artery bypass conduit because of its resistance in developing atherosclerosis both before and after bypass grafting. 1 The long-term resistance of the IMA to graft atherosclerosis compared with the saphenous vein (SV) has been attributed, at least in part, to its superior endothelial function. 2 Normal endothelial function has been described as the balance between endothelium-derived relaxing factors (such as NO, formed by the conversion of L-arginine to L-citrulline by endothelial NO synthase [eNOS] 3 ) and endothelial-derived contracting factors (such as angiotensin II, formed by the conversion of angiotensin I by angiotensin converting enzyme [ACE] and the oligopeptide endothelin-1 [ET-1], which binds to the ET-A receptor [ET-A]). NO not only stimulates vascular smooth muscle cell relaxation, but it also decreases the maximal binding of ET-1 to ET-A, 4 and it can inhibit ACE activity. 5 Therefore, it appears that NO bio-availability may govern endothelium-dependent relaxation, as NO cannot only directly cause smooth muscle cell relaxation, but it can also inhibit vasoconstriction by reducing ACE activity and by decreasing the binding of ET-1 to its receptor.
PϽ0.05), and ET-A immunodensity (35.3Ϯ3.5ϫ10 Ϫ6 RODU/m 3 vs 8.9Ϯ4.3ϫ10 Ϫ6 RODU/m 3 , PϽ0.02). These preliminary results indicate that, although the IMA has higher ACE and ET-A immunodensity, it is associated with an increase in eNOS immunodensity, suggesting that the IMA is a more active vessel.
Thus, we suggest that the activity of a vessel might be a contributing factor to not only its resistance for developing atherosclerosis once used as a bypass conduit but also to its resistance to atherosclerosis in general. 
